[Ginsenoside-Rg1 inhibits cell apoptosis induced by beta amyloid].
To investigate the effects of ginsenoside-Rg1 on the apoptosis induced by beta amyloid (Abeta) and mechanism thereof so as to search an approach to prevent and treat Alzheimer' s disease. (1) Chinese hamster ovarian tumor cells of the line CHO unable to produce endogenous Abeta were cultured and randomly divided into 3 group: control group, Abeta25-35 group treated with Abeta25-35, and ginsenoside-Rg1 and Abeta25-35 group treated with ginsenoside-Rg1 of the concentrations of 10, 12.5, 25, 50, and 100 micromol/L respectively for 12 h and then treated with Abeta25-35. MTT method was used to dete4ct the survival rate of the CHO cells. (2) Chinese hamster ovarian tumor CHO cells transfected with mutant PSIM146L gene and wild type APP751 gene (mutant PSM146L/APP751 cells) stably producing excessive Abeta1-42 and wild type PSI cells were randomly divided into groups added with ginsenoside-Rg1 of the concentration of 25 micromol/L and groups without ginsenoside-Rg1. Annexin V-FITC/PI apoptosis kit and TUNEL kit were used to detect the apoptotic cells. Immunofluorescence staining was used to detect the protein expression levels of and caspase-3 that mediates the cell apoptosis induced by Abeta. Western blotting was used to detect the protein expression of caspase-3. Ginsenoside-Rg1 25, 5, and 100 micromol/L dose-dependently increased the cytoactivity level of the CHO cells (all P < 0.05) compared with that of the untreated cells. Annexin V-FIFC/PI test and TUNEL showed that the number of apoptotic cells of the mutant PSM146L cells was significantly higher than that off the wild type PSI cells (P < 0.05), and the number of apoptotic cells of the mutant PSM146L cells treated with ginsenoside-Rg1 was significantly lower than that of the un-treated cells (P < 0.05). Immunofluorescence staining showed that the expression site of Abeta was consistent with that of caspase-3, the protein expression levels of Abeta42 and caspase-3 of the PS1M146L/APP751 CHO cells treated with 25 micromol/L ginsenoside-Rg1 were both significantly lower than those of the untreated PS1M146L/APP751 CHO cells (P < 0.05). Western blotting showed that the active caspase-3 protein expression level of the PSIM146L cells was significantly higher than hat of the wild type PSI cells (P < 0.05) and the caspase-3 protein expression level of the PS1M146L/APP751 CHO cells treated with 25 micromol/L ginsenoside-Rg1 was significantly lower than that of the untreated PS1M146L/APP751 CHO cells (P < 0.05). Ginsenoside-Rg1 prevents cells from apoptosis through inhibiting the production of Abeta42 and decreasing the expression of the active caspase-3.